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It is true that, in a few cases, we have been able to find perfectly clear evidence of the same psychological profile stressed by H. Bruch.
"Hyperphagie" appeared then to be undoubtedly evidence of a real neurosis; suppressed desires and hidden conflicts were implied. More frequently we found that there was no uniform psychological environment but rather certain dominant features.
For instance a domineering mother and a submissive father are often lacking, the contrary being quite as frequent. Moreover an exceedingly weak mother with a spoiled child is not uncommon. Of these two the child is the bully with a touch of aggressiveness. Finally obese children are far from being always the dull and quiet beings that current opinion would have them. On the contrary, they often display alertness in mind and body, they are playful, outspoken, of the extrovert type.
On the whole, we found it difficult, if not impossible, to individualize a single psychological type; we were content with retaining a few traits which struck us as more common.
In the first place, the tremendous importance of oral activities in these children. Food and all associations related to food range first among their interests. Their cares, wishes and joys are centred on this single trend of thought. Such submission to a purely oral hedonism, to the satisfaction of an elementary need, can rightly be considered as emotional immaturity developed in a favourable family background. In this case prolonged breast-feeding and the ensuing weaning difficulties may perhaps be blamed: 200% among obese children (against 150% non-obese) were breast-fed after the first year.
Again we have been struck by the frequency of over-protective mothers with obese children. This particular relationship creates a typical and lasting closeness between mother and child and it reinforces the interest for food, over-feeding being the result of this complicity. The order of birth among siblings is another interesting item of our inquiry: two-thirds of obese children (against one-third of non-obese) are only children or much younger than the siblings.
Lastly the complete dependence of the obese child on his mother is another remarkable trait. The same passiveness is to be found at school towards his schoolfellows. Physically and morally apathetic, easy-going, fearful, easily influenced, these children are ready to submit to their friends rather than to impose upon them.
It seems obvious that a correlation exists between their attitude towards food and their social behaviour; but it may more aptly be called a tendency than a social inadequacy or neurosis, and least of all a characteristic psychological profile.
It will appear that our discoveries are not so rich as those of H. Bruch; this may be due to the nature of 6ur building material. 40% of the American author's patients were Jews and many were immigrants; their parents had suffered from poverty and undernutrition. Our patients were far from these conditions and, no doubt, the psychological climate is not the same in Paris as in New York. Before concluding, we cannot overlook an important piece of evidence: all obese children are big feeders, but all big feeders do not grow into obese children. This has been made quite clear in five families of five children or more, all of whom were extremely voracious; only 1 was obese and he ate no more than his siblings.
In conclusion we feel justified in asserting that with regard to obesity, organic factors must not be minimized to the exclusive benefit of psychological features. Child obesity is, no doubt, a psychosomatic disease, but the somatic profile is probably no less worthy of attention than the rather elusive psychological profile.
The Functional Glandular Manifestations of Puberty
By JEAN WEILL Medecin des hopitaux de Paris PUBERTY is an expression of great changes in the physical and psychological balance of the individual. Puberty and the cessation of intra-uterine life at the time of birth are the greatest disturbances that the human organism has to bear. Puberty, like birth, is a period of active endocrine fluctuations more or less harmonious. Though organic disease of endocrine glands is not very frequent at this age, we can often find some purely functional trouble, independent of anatomical changes and usually undergoing spontaneous cure.
Puberty is essentially characterized by a genital maturation, determined not by the formation but by the liberation of gonadotrophic hormones, which, as experiment has shown, are pre-existent in the child's pituitary body. The diencephalic mechanism of this liberation is complex and not yet understood.
If we study schematically the principal glandular disturbances we can see that for each glandular function there is closely linked a temporary disorder which can be singled out during the puberty spurt.
It is tempting to speak first of the "hypereosinophilia" of the pituitary body, but we do not dare to recognize a specific physiological change parallel to the specific histological change. We can only say that the somatotrophic hormone, acting on the columnar cartilage, can determine a dysharmonious spurt of growth; the length of the limbs, proportionately short in the young child, seems to become gigantic after a few months. Hands, feet, malleoli, and epiphyses grow rapidly. This ungainly adolescent, who seems perched like a spider on his thin legs, is during this period a relative giant, whose proportions will become, later on, more harmonious. Sometimes, the rapid growth of the nose, the chin, the cricoid cartilage, changes the child's round face in a few months and gives an impression of acromegaly.
Very often these gigantoids are sexually delayed and genital development will be late. Conversely, retarded growth is sometimes an expression of "pituitary laziness". The lack of somatotrophic hormone is proved by the low level of the blood phosphorus. The delay can also affect the gonads but we are now able to correct the gonadotrophic hormone deficiency. The problem is harder when "ch-tivism" (under-development) is not produced by glandular trouble, but by the lack of tissue receptivity, which is very often of a nervous origin, and for which, at present, we have no specific treatment.
Thyroid deficiency is often to blame in fat girls, who are slow, apathetic, chilly and seem never to have enough sleep. We cannot say, however, that by contrast there exists a puberal Graves' disease. Sympatheticotonia is the rule during adolescence, and it has been proved by the systematic study of the oculo-cardiac reflex, and by the atropine test. This sympatheticotonia explains why we so often find nervousness, trembling, insomnia, "irritable heart", &c.
Robert Clement describes pulsatile diffuse goitre, with vasomotor and psychic troubles, sometimes even exophthalmos; these are not associated with signs of toxicity; the basal metabolic rate is not high, indeed it may be lower than normal.
All the symptoms are linked to a hypothalamic disorder. They do not amount to those of a true exophthalmic goitre, but slightly suggest that picture. It would be a great mistake to treat them by radiotherapy or antithyroid drugs when sedatives work well.
In the genital sphere there occur also temporary disorders of the secondary sexual characteristics, provoking, in the boy, transitory eunuchism, with persistence of the thin skin of feminine type, delay in development of the gonads, and late appearance of hair and beard.
This state is, sometimes, sexually ambiguous, and is reflected in the psychic orientation.
In girls, the slow appearance of sexual maturation can be easily followed by vaginal smears. We have, with Madame Bernfeld, studied it closely. This method can show the very beginning of the genital cycle, at first anovular, just before menstruation. It helps also in the choice of endocrine therapy and its close adjustment to the deficit or excess of cestrogens or progesterone.
The adrenals, whose complete physiology we do not yet know, can be the basis, in the case of insufficiency, of the tiredness, hypotension and hypothermia often described in adolescence. We have tried, in recent years, to work out, more particularly, the transitory hyperactivity of the adrenals.
We have described, with Madame Bernfeld, the para-Cushing syndrome, which shows the same temporary symptoms as Cushing's disease, without recognizable organic lesions of the pituitary body or adrenals.
In the study of infant obesity we were struck by the frequency of some of the aspects of hypercorticism and we recognized, in these children, elements of the symptoms described by Albright. The hypersecretion of metabolic steroids gives lipoid anabolism, which provokes face and trunk obesity. Carbohydrate anabolism gives a tendency to hyperglycaemia which can be shown by a test-provoked hyperglycemia. As for the protein catabolism, although in these transitory disturbances it only rarely causes osteoporosis and amyotrophy, it explains, on the other hand, the strive we so often find in the obese adolescent when we look for them systematically.
Lastly hypertension, which should be under the influence of mineral-corticosteroids, has very rarely been seen in our patients. The hypersecretion of genital steroids is more often manifested by the androgen increase which explains acne in both sexes, and often, in girls, a certain amount of hirsuties, sometimes even virilism, with a harsh voice, and hypertrophy of the clitoris.
In boys, the signs of feminization are not so common. We could, in some cases, recognize an increase of oestrogen by the level of phenol steroids.
In many of our cases, hypercorticism has been proved by biological tests (metabolic hormones measured by the 1 1-oxysteroids, androgens evaluated by the 17-ketosteroids). But in our patients the functional character of the hypercorticism is proved by its subsequent course. The clinical picture, which is rarely that of the complete Cushing syndrome, fades away slowly in later months. New levels of the 11-oxysteroids and 1 7-ketosteroids show the return to normal. Only hirsuties and strie persist as an indelible trace of the endocrine flood.
The opinion that we already held about these obesities of transitory hypercorticism seen during puberty, has been strengthened by seeing cortisone reproduce the same syndromes. And so, besides the functional Cushing syndrome that we have described, a "pharmacodynamic" Cushing syndrome, also transitory, has been recognized. CONCLUSION Among the varied manifestations of puberty those of glandular hypersecretion are very common. These symptoms can be mistaken for a new growth, which is alarming. But spontaneous regression is the rule, at the cost of a few stigmata such as dysharmony of skeletal proportions after transitory hypersecretion of growth hormone, hirsuties, and strie after adrenal hypercorticism.
The many mutual glandular reactions and the complexity of their nervous regulation accounts for the intricacy of the symptoms resulting from such hypersecretions and our sometimes arbitary delineation of the clinical picture.
Study of Variations of the Coeruloplasmin by an Easy Technique
By R. TURPIN, H. JEROME and Mme H. SCHMITT
Laboratoire de Therapeutique, Faculte de Medecine de Paris
Most of the copper in serum is bound to a globulin. Abderhalden and Moller (1928) and later Yosikawa (1939) have established that the serum copper is not dialysable at physiological pH. Holmberg and Laurell (1947) by precipitating the serum proteins with half-saturated (NH4)2 S04 and titrating the copper in this fraction, have observed that 90% of the total copper is bound to globulins. This copper does not react directly with sodium diethyldithiocarbamate, whilst copper added in vitro gives a direct reaction. This shows that the specific protein compound of copper is saturated, at least in most cases. Holmberg and Laurell (1948) have isolated and purified the cuproproteid. It is an alpha 2-globulin, called "coeruloplasmin" behaving as an oxidase with characteristic properties of a laccase. This cceruloplasmin may be an active form and not a transitional form. Indeed, Keiderling (1950) showed that the hypercupremia that follows administration to a dog of a large dose of copper, is entirely represented by a non-dialysable copper, but reacting directly with sodium diethyldithiocarbamate. With this exception, however, the serum copper as we have shown above, never reacts directly.
We have used a technique to estimate ccruloplasmin by measuring what we call globulin copper. Serum proteins are precipitated by ammonium sulphate at a saturation between 36 and 55 %. The fraction so obtained contains 11 % of total serum proteins. A paper electrophoretic study shows that the principal strip is located at the same level as alpha 2-globulins and represents 80% of the proteins, the remaining part being constituted by fractions of lower migration speed. Copper is titrated in the precipitate and compared with total copper in the serum. This technique may be easily undertaken in any clinical laboratory. Precipitation must be brought about in fresh serum, indeed, we have noticed that, in time, copper is dissociated from its specific protein, even at normal pH.
The results we have observed with this technique may be classified under two heads:
(a) TOTAL COPPER AND GLOBULINIC COPPER INCREASE TOGETHER Cceruloplasmin has been isolated by Holmberg and Laurell (1948) from pregnant women's serum. Pregnancy involves, in fact, a hypercupremia proportional to the cuproproteid increase.
We have noticed that in rat and man, a synthetic cestrogen, diethylstilbcestrol, heightens the cupremia. This hypercupremia is also due to an increase of globulinic copper: before treatment the total Cu = 83 microgrammes %, globulin Cu = 76 microgrammes % = 91-5% of total Cu; after diethylstilboestrol total Cu = 145 microgrammes %, globulin Cu = 122 microgrammes % = 84% of total Cu. The same phenomenon occurs in infections and anemias.
(b) TOTAL COPPER AND GLOBULINIC COPPER ARE DISSOCIATED Scheinberg and Gitlin (1952) either by a spectrophotometric, or by an "immunochemical" method have shown in hepatolenticular degeneration, the occurrence of a cceruloplasmin decrease. We have confirmed this fact by our technique and observed that the usual hypercupremia is contrasted by a decrease of globulin copper: total Cu = 155 microgrammes%; globulin Cu = 46 micro-grammes% = 29-7 % of total Cu.
On the other hand, during a systematic study of 25 parents, siblings and relatives of children dying with hepatolenticular degeneration, we have found 6 low percentages, between 50 and 61 %
